Introduction
Nephropathy associated with extra-renal neo- plasms has been well documented (Lee, Yamauchi and Hopper, 1966; Loughridge and Lewis, 1971; Higgins, Randall and Still, 1974; Eagen and Lewis, 1977) . More recently, glomerular lesions associated with renal malignancy have been described (Ozawa et al., 1975; Cosby et al., 1974; Eagen and Lewis, 1977 Lee et al. (1966) were the first to emphasize the high incidence (11 %) of carcinoma in the adult nephrotic population. The frequency of renal disease observed with malignancy suggests that this association is more than mere coincidence.
Nephropathy associated with extra-renal neoplasia has been well documented (Lee et al., 1966; Loughridge and Lewis, 1971; Higgins et al., 1974; Row et al., 1975; Eagen and Lewis, 1977) , although reports of glomerular lesion with renal neoplasms are becoming more frequent (Cosby et al., 1974; Ozawa et al., 1975; Eagen and Lewis, 1977) .
Various histological glomerular lesions have been described. Membranous nephropathy is the predominant lesion occurring in 70% of cases documented (Eagen et al., 1977) . Membrano-proliferative and lipoid nephrosis occur with less frequency. Renal vein thrombosis, amyloid and glomerular invasion of tumour must be considered in the aetiology of the paraneoplastic proteinuria. The neoplasms may be solid (Cantrell, 1969; Costanza et al., 1973; Couser et al., 1974; Eagen and Lewis, 1977) , occasionally myeloproliferative disorders (Lowry, Munzenrider and Lynch, 1971; Row et al 1975; Eagen and Lewis, 1977) , and rarely benign (Cosby et al., 1974) . The aetiology of the glomerular lesion is thought to be immune complex in origin as a result of antibody production to (1) tumour-associated antigens, (2) re-expressed fetal antigens, (3) viral antigens or (4) autologous non-tumour antigens. Evidence supporting this is the presence of circulating immune complexes in various forms of neoplasia (Rossen et al., 1976) . Tumour-associated antigens have been found in glomerular deposits of tumour-related nephropathy (Lewis, Loughridge and Phillips, 1971; Couser et al., 1974 (Oldstone, 1974) and oncornavirus antigen (Sutherland and Mardiney, 1973) have been found in glomerular deposits. The presence of a high incidence of nonorgan-specific antibody suggests the final possibility of auto-immunity against self antigens. The improvement in the subsequent renal biopsy on light microscopy with a marked decrease in immune complexes by immunofluorescence would support the view that immune complexes were the aetiological agents of the lesion in this patient. However, the underlying antigen remains unclear.
Although successful removal of a tumour may result in complete remission of proteinuria (Cantrell, 1969) , the survival after clinical recognition of the neoplasia is generally 3 months (Eagen and Lewis, 1977) .
The importance of the association between rieoplasia and glomerulonephritis is stressed especially in the adult nephrotic patient with an underlying membranous nephropathy in whom early diagnosis and treatment of a neoplasia may result in a better prognosis.
